first wave of reports describing variants of TFIID. The has become clear that there is a small subset of genes that show a strong dependence on yTAFII145 (Shen and major challenge is to demonstrate that these new complexes are biologically relevant. First, it needs to be Green, 1997; Walker et al., 1997) . Interestingly, the TAFrequiring genes identified so far appear to fall in families, shown that they are not merely breakdown products or in vitro reassortments of what we currently refer to as specifically G1-and B-type cyclins and the ribosomal protein genes. Strikingly, the dependence on TAFs is TFIID. A key second question is whether the different complexes are simply redundant or whether they posnot conferred by the regulatory factors bound upstream in the promoter, but rather by sequence elements in the sess differential transcription properties that contribute to interesting biological phenomenon. A paper in this basal promoter. Also, it is interesting to note that loss of yTAF II 145 causes some genes to increase their level issue of Cell (Hansen et al., 1997) and a pair of papers in an earlier issue (Shen and Green, 1997; Walker et al., of expression (Shen and Green, 1997) . Therefore, it is probably too simple to think of TAFs as one entity: each 1997) begin to address the question of whether interactions between specific TFIID subunits and the basal TFIID subunit may have different effects on different promoters. In some contexts, a single TAF might act as promoter elements affect the transcriptional regulation of genes.
a coactivator for a specific regulatory protein. In others, it may function primarily as a basal transcription factor, Prompted by the newly discovered variants of TFIID, Hansen et al. (1997) decided to re-examine the properexhibiting enzymatic activity or recognizing specific promoter sequences. In yet another promoter context, the ties of the TBP-like TRF. In contrast to the earlier results (Crowley et al., 1993) , they found that TRF actually same TAF might act as a transcriptional repressor. The observation that the requirement for a specific could support transcription in place of TBP, and that it was also complexed in vivo with its own set of asso-TAF can be dependent upon basal promoter sequences echoes back to the earlier analyses suggesting that all ciated factors. These TRF-associated proteins (designated nTAFs) are apparently distinct from the TBP-asso-TATA elements are not equivalent. Along similar lines, studies of the factor requirements for different basal ciated factors and are predicted to confer unique functional properties on the TRF-nTAF complex. What promoters have demonstrated that some promoters are less dependent upon the RNA polymerase II C-terminal these functions are is not clear, but immunomicroscopy of Drosophila polytene chromosomes localizes TRF to domain (Thompson et al., 1989 ) or TFIIE and/or TFIIH (Parvin et al., 1992 . Therefore, the concept that basal a small number of specific loci. The abundance of TRF in the nervous system, as well as its mutant phenotype, promoters are generic and interchangeable is clearly an oversimplification. It will be extremely interesting to makes a clear prediction that the TRF-nTAF complex supports transcription from a subset of neuron-specific discover the molecular basis for TAF selectivity and to determine whether individual TAFs are required for genes. There is evidence that a TFIID-like activity derived from brain differs from TFIID derived from HeLa unique sets of promoters. The recent advances in genomics should make this type of analysis feasible. Taken cells in its recognition of core promoter sequences in vitro (Tamura et al., 1990) , and it would be interesting to its extreme, this line of thinking leads to the questions of whether every promoter makes a unique set of conto see if this different activity is actually due to the TRF-nTAF complex. Brain cells also contain the "ubiquitacts with TFIID and the other basal transcription factors and whether these specific interactions contribute to tous" TFIID complex, raising the question of how the different complexes act with or against each other. Are the unique expression patterns of individual genes. there even more "alternative" TBPs to be discovered?
Selected Reading
And could there be alternative versions of other basal factors? It seems very likely.
